A 53-year-old white man with prior hypertension and hyperlipidemia was sent to the hospital from his physician's offi ce with chest pain and atrial fi brillation. His rapid heart rate was slowed with a diltiazem drip. Echocardiography demonstrated an ejection fraction of approximately 20%. Cardiac catheterization showed severe global left ventricular hypokinesis but no signifi cant coronary narrowing. He had a "left dominant" circulation. An identical twin brother had also presented to another hospital 1 year earlier with atrial fi brillation and depressed cardiac function. Th e patient's twin had also undergone left-sided heart catheterization, which had revealed a depressed left ventricular ejection fraction, no coronary narrowing, and a "left dominant" circulation ( Figure) .
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DISCUSSION
Our patient had an identical twin brother who also initially presented to the hospital with atrial fi brillation and a nonischemic cardiomyopathy. Th e fact that they both had a left dominant coronary circulation, which is seen in only approximately 8% of the population, also suggests a strong genetic component to their cardiac similarities (1) . Th is similar presentation hints at genetic factors not only playing a role in the development of coronary anatomy, but also, on a more subtle level, predisposing them to both atrial fi brillation and cardiomyopathy.
We reviewed published reports of monozygotic twins who had both received coronary angiography. Among 23 pairs of twins studied, there was strong concordance of clinical presentation, coronary anatomy, coronary narrowing, and even coronary anomalies (Table) (1-4). Large studies involving several thousand monozygotic Swedish twins showed that there was a strong correlation of developing coronary disease among monozygotic twins (5, 6) . Although monozygotic twins are phenotypically similar, they are not completely identical. Identical twins, for example, are known to have similar but not identical fi ngerprints.
Th is case highlights the infl uence of genetics on the development of heart disease. As shown with our twin pair, monozygotic twins of patients who present with cardiac disease have a high likelihood of developing similar conditions. 
